We report a 71-year-old woman who underwent SUCCLOB ful repair of a perforation of the intervenMcuLr septum while k shock and pulmonary edema, nine days following acute myocardial infarction. Tbis case Ulnstra&s that a bold surgical approach during the acute plwe of myoa d a l infarction, even in the elderly patient in mere ppmp failure, is the treatment of cbice k tbis condition. This 71-year-old housewife had been well except for a duodenal ulcer 20 years previously. Ten months prior to this admission, she underwent a cataract extraction and her elect r d i o g r a m was normal at that time. She had always been physically active and habitually performed vigorow morning exercises. On the morning of her admission, she felt pain in the epigastrium, but performed her usual exercises in spite of this and then walked to the market where she suddenly collapsed. She was brought to the emergency room of Shaare Zedek Hospital unconscious, with blood pressure 80 mm Hg systolic and pulse rate 75 per minute. Electrocardiogram showed signs of an acute anteroseptal infarction (Fig 1) .
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S
ince the first case of surgical repair of perforation of the interventricular septum following myocardial infarction was described by Cooley et all in 1957, numerous additional cases have been reported in the literature.2-12 Only a small number of these cases have been operated on during the acute stage of myocardial infarction, and of these, most have not survived the immediate postoperative period. Patients above the age of 70 operated on for this complication have rarely been reported. The purpose of this report is to describe the case of a 71-year-old woman who underwent successful repair of perforation of the interventricular septum while in shock and pulmonary edema, nine days following acute myocardial infarction.
This 71-year-old housewife had been well except for a duodenal ulcer 20 years previously. Ten months prior to this admission, she underwent a cataract extraction and her elect r d i o g r a m was normal at that time. She had always been physically active and habitually performed vigorow morning exercises. On the morning of her admission, she felt pain in the epigastrium, but performed her usual exercises in spite of this and then walked to the market where she suddenly collapsed. She was brought to the emergency room of Shaare Zedek Hospital unconscious, with blood pressure 80 mm Hg systolic and pulse rate 75 per minute. Electrocardiogram showed signs of an acute anteroseptal infarction (Fig 1) .
Examination after transfer to the medical ward revealed a grade 3/6, somewhat coarse systolic murmur at the upper left sternal border and in the aortic area, and a few rales over the left lung base. From the second to the sixth day after admission, her condition was good; there was no sign of congestive failure and after the second day she excreted adequate amounts of urine. On the sixth day, the systolic murmur, which had been present since admission, was noted to be louder and coarser, was maximal at the second to third left intercontal SF, and a systolic thrill appeared in the same area. During the next 24 Following catheterization, the patient's blood pressure fell to 60 mm Hg systolic (direct intra-arterial reading), there were signs of poor peripheral perfusion, mental confusion and gasping respiration. Isoproterenol infusion produced only partial improvement and raised the systolic pressure to 80-90 mm Hg. It was obvious that emergency closure of the septal defect was her only chance of survival, and in this condition she was brought to the operating room. Under general anesthesia the chest was rapidly opened via midsternotomy incision. On opening the pericardium, a marked thrill was palpable over the right ventricle. The myocardium was greyblue in color in this area, consistent with infarcted muscle, and bulged outwards prominently with each ventricular contraction. A large fibrotic scar was noted over the apex of the left ventricle. Severe hypotension and bradycardia supervened at this stage necessitating rapid cannulation of the heart and commencement of the cardiopulmonary bypass. Extracorporeal circulation was maintained by the RyggKyvsgaard disposable bubble oxygenator0 and moderate hypothermia. Following crossclamping of the ascending aorta, the outflow tract of the right ventricle was opened longitudinally. The muscle in this area was extremely thin and of the consistency of wet blotting paper. A defect of the upper part of the ventricular septum very close to the anterior surface of the heart was apparent. an oblique tunnel through the septum, extending from fairly low down in the left ventricle to its termination, high and anterior in the right ventricle not far from the pulmonary valve (Fig 2 ) . The muscle surrounding the defect was friable and of yellowish hue. The defect was closed in two layers by intempted mattress sutures of 3-0 silk tied over Teflon felt buttresses (Fig 3) . The incision in the right ventricle was closed. No thrill was now palpable over the right ventricular outflow tract. The heart beat in sinus rhythm throughout and maintained an adequate pressure following cessation of the extracorporial circulation, without the addition of cardiotonics. The patient was fully awake at the completion of the procedure. The endotracheal tube was left in place and controlled intermittent positive pressure respiration was continued for 16 hours after the operation. The postoperative course was surprisingly smooth. The pulmonary edema cleared rapidly as did all other signs of congestive cardiac failure. The coarse systolic murmur over the heart heard previously had disappeared. The blood urea levels gradually returned to normal. On follow-up examination three months after the operation, the patient was well, there were no signs of congestive heart failure, and only a short, grade 2/6 ejection murmur was heard over the aortic area Perforation of the interventricular septum accounts for 1-2 percent of deaths following acute myocardial infarction and approximately 20 percent of all perforations of the heart.13-l5 I n the vast majority of cases it is a lethal complication unless surgically repaired. T h e first reported case of such a surgical repair was by Cooleyl in 1957, the operation being performed five weeks after the acute infarction. Since then a n increasing number of patients have undergone surgery for this complication. Most of the 98 cases reported in the English literature were patients who were operated on after they had survived the acute stage and were no longer in shock or in severe cardiac failure. Only 23 of the 98 were patients operated on during the first 15 days after the acute infarction. This conservative approach has been dictated by the opinion that the ideal time for repair of a perforation of the interventricular septum is after the acute stage of the infarction, preferably after two month~.~"-'T However, in the majority of patients it is not possible to control the severe pump failure which results from the perforation superimposed on the hemodynamic consequences of the acute infarction itself. It has been shown that 24 percent of the patients will be dead within 24 hours, 65 percent will be dead within two weeks and 81.5 percent will be dead within two months.'* These patients can be saved only by surgical repair during the acute stage. The greatly improved surgical and anesthetic techniques of recent years have made such operations possible, as is well illustrated by the case herein reported. It appears, therefore, that the ideal time for repair of a perforation of the interventricular septum is immediately after the diagnosis has been made.
PERFORATION OF INTERVENTRICULAR SEPTUM

SCHEMATIC D I A G R A M O F M E T H O D OF CLOSURE O F V E N T R I C U L A R S E P T A L D f F E C T
The case reported here is unusual because of her This 45-year-old man was admitted to the Naval Hospital, Portsmouth, Virginia in February 1969 for evaluation of a right pleural effusion noted on an annual chest roentgenogram (Fig 1) . Several weeks previously he had experienced an acute episode of "influenza" characterized by chills, fever, myalgia, and a productive cough. Results of intermediate strength tuberculin and histoplasmin skin tests were negative. Thoracentesis yielded 300 ml of strawcolored fluid, and cytology for malignant cells was negative. Specific cell counts were not obtained. Cultures of the pleural fluid for routine FIGURE 1. Postemanterior chest 6lm: right pleural effusion.
pathogens and mycobacteria were negative. Bronchoscopy provided normal findings. A tube thoracostomy wiu performed because of reaccumulation of the effusion. In April, 1969, a diagnostic right thoracotomy with decortication of the right lower lobe was performed. Histologic examination revealed a subacute fibrous pleuritis. Pleural cultures were negative for mycobacteria and fungal organisms.
Subsequently, the patient remained asymptomatic. In October, 1969, a chest roentgenogram revealed blunting of the left costophrenic angle, but no pleural fluid was demonstrated on decubitus lilms. The total peripheral leukocyte count was 13,900 with 63 percent polymorphonuclears. 30 percent lymphocytes, 3 percent eosinophils, and 4 percent monocytes. Forty percent of the lymphocytes were atypical. Skin tests including PPDS, PPD-B, PPD-G, dennatophytin, coccidioidin, histoplasmin, blastomycin and mumps antigen gave negative results. PPD-Y induration was 8 mm. Fungal serology and cultures of sputum for mycobacteria and fungi were negative. Protein electrophomis revealed a total of 8.3 grams percent with 56.4 percent albumin, 2.5 percent alpha-1 globulin, 7.6 percent alpha-2 globulin, 7.6 percent beta globulin, and 25.6 percent gamma globulin. 
